We read with interest the article of Hinnie et al. (doi: 10.1007/s002230001201) concerning the estimated prevalence of familial hypocalciuric hypercalcemia (FHH) [1]. However, we feel that we should correct their interpretation of our article on the dierentiation between FHH and primary hyperparathyroidism (PHPT) [2].
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The 1987 paper by Stuckey et al. described the use of both fasting urinary calcium excretion (CaE) and parathyroid hormone (PTH) estimations in the dierentiation of these two conditions [2] . This paper did not, as Hinnie implies, advocate the use of CaE alone. Subsequently, biochemical studies using the intact PTH (iPTH) assay have validated this approach and the utility of combined CaE and iPTH assessment [3, 4] .
Depending on the clinical series reported, nearly half of surgically proven PHPT cases have a CaE within the range demonstrable in FHH [5] . However, this degree of renal calcium conservation is usually seen only when the iPTH is very high in PHPT. Conversely, in FHH, the iPTH is rarely more than 2 times the upper limit of the reference range of the assay used [6]. It is not unusual for the iPTH to be elevated less than two-fold above the references interval in patients with FHH after the age of 30. The rise in iPTH with aging in FHH is probably due to secondary hyperparathyroidism that is present in addition to the resetting of the calcium sensing receptor threshold [4, 7] .
We believe that both iPTH and CaE should be considered in the dierential diagnosis of parathyroid dependent hypercalcemia. 
